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Table 1. 2001 NIH classification

clz ;Pﬁozzgon Tumer size Mitotic count
Very low <2 cm < 550 HPF
Low 2~5 cm < 5{500 HPF
Intermediate <5 cm 6~10/50 HPF
5~10 cm <5/50 HPF
High >5 cm 550 HPF
>10 cm Any mitotic count
Any tumor size > 10450 HFF

HPF = high power field.
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Table 2. Clinicopathological comparison between low and high
risk groups

Low risk  High nsk
Variables group group P value
(N=23) N=17)
Clinical
Age (years} 60.0+108 63.1+11.6 NS
Sex NS
Male 10 (43.5%) 9 (52.9%)
Female 13 (S65%) 8 (47.1%)
Clinical symptom 0.005
Present 7 (304%) 13 (76.5%)
Absent 16 (696%) 4 (23.5%)
Preoperative biopsy 0.009
GIST 0 (0.0%) 5 (29.4%)
Noenspecific 23 (100.0%)} 12 (70.6%)
Pathological
Tumor size {cm) 26+t12 B.7+4.7 0.001
Mitctic count
06+1.2 31.5+28.1 0.001
{count/50 HPF}
Ulceration 0.006
Present 1 (4.3%) 7 (41.2%)
Absent 22 (957%) 10 (58.8%)
Necrosis 0.013
Present 3 (13.0%) 9 (52.9%)
Absent 20 (87.0%) 8§ (47.1%)
Hemorrhage NS
Present 4 (174%) 6 (35.3%)
Absent 19 (82.6%) 11 (64.7%)

NS = statistically not significant.

0.001), F%e] Aate]l AUE FukatALP=0.006) HA
5 HY WP=0013) THFLH EEH= W= =%
ot a2y 28 A2 F T 7 YT ACIE HolA
% 3 TH(Table 2).
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Table 3. Comparison of the positive rate of immunchistoche-
mical stain between low and high risk groups

Variables Low risk High risk P value
group group
CD34 (N=40)  15/23 (652%)  1Y17 (647%) 0.616
SMA (N=39) 823 (34.8%) 616 (37.5%) 0411
S100 (N=38) 422 (182%) 116 (6.3%)  0.523
NSE (N=27) W16 (125%) 211 (182%)  0.686
1.1
1.0

Tumor size<b cm (n=27)

Cumulative survival
N

B
5- Tumor sizex5 em (n=13)
.4 1 1 1 T 1
0 20 40 60 80 100

Fig. 1. Comparison of disease-free survival according to tumor
size.

1.1 1
1.0
% ) Mitotic count<5/50 HPF (n=28)
7 81 1
% T P=0.001
-
6
: !
51 Mitotic count=5/50 HPF {n=14)
4 M
-3 T T T T 1
0 20 40 60 a0 100
Month

Fig. 2. Comparison of disease-free survival according to mito-
tic count.

=i -E—fﬁ 7&?%, ﬂ%?, Ad, TYH A2, A4 A
3 A 912HCD34, SMA, §- 100 NSE)
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124
— 107
g No ulceration (n=32)
F Hi—HHH—+ +H—t
3 81 T
é 5 P=0.03
E
3 v
.4_
Ulceration (n=8)
-2 1 1 I 1 1
1] 20 40 60 ag 100
Month
Fig. 3. Comparisen of disease-free survival according to ulcer-
aticm.
1.17
1.0 1
No necrosis (n=28)
E:
E
E
2
=
3
(3
=3
[¥]
-4 1 1 — 1 1 - 1
o 20 40 60 80 100
Month

Fig. 4. Comparison of disesse-free survival according to necro-
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Nomal EUS finding (n=24)

Cumulative survival
N

Fig. 5. Comparison of discase-free survival according to EUS

finding.

Table 4. Multivariate analyses for prognostic factors

Multivariate analysis

Variables Povalue Relative risk
{95% confidence interval)
Tumor size 0.071 0215 {0.041~1.142%
Mitotic count 0.030 0.157 {0.0290~0.832)
Ulceration 0.876 1.158 {0.185~7.258)
Necrosis 0.500 0.561 (0.101~3.116)

Abnermal EUS finding  0.302

0.317 (0.036~2.512})
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71 A (tyrosine kinase) 54 LHE= ez AT
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= Abstract =
Gastrointestinal Stromal Tumor (GIST) of the Stomach: Clinicopathologic Analysis and Outcome

Je-Seock Ryu, MD, Sung-Ryul Lee, MDD, Sae-Byeol Choi, M D, Sung-Soo Park, MD,6 Ju-Han Lee, M.D.1,
Seung-Joo Kim, M D., Chong-Suk Kim, M D, Yang-Seok Chae, MD' and Young-Jae Mok, MD.

Departments of Surgery and 1F’athr:nlr:ng, Korea University College of Medicine, Seoul, Korea

Purpose: Gasfrointestinal stromal tumors (GISTs) are mesenchymal neoplasms of the gastrointestinal tract. GISTs are
posifive for the expression of c-Kit protein at immunohistochemistry, and their clinical presentafions vary. This retrospective
study was performed 1o evaluate the clincopathologic characteristics of GISTs and to define the prognostic factors.
Materials and Methods: 40 patients who underwent a complete resection of a GIST during the period 1996 ~2003 at
the Department of Surgery, Korea University College of Medicine, were studied. We divided them into low- and high-risk
groups by using tumor size and mitolic count: 23 cases were low risk, and 17 were high risk. Clinicopathologic features,
immunohistochemical findings, and prognoses were compared between the low- and the high-risk groups.

Results: The mean age of the 40 patients was 613+11.1 years, and the male-to-female ratio was 1 : 1.1, There was
no significant difference in age and sex between the groups. A comparative analysis revealed tumor size, mitotic count,
clinical symptoms, preoperative pathologic diagnosis, ulceration, and necrosis to be variables that had statistically significant
differences between the high- and the lowerisk groups. In the univanate analysis, tumor size, mitotic count, ulceration,
necrosiz, and abnormal endoscopic ultrasound findings were associated with disease-free survival, but in the multivariate
analysis, mitotic activity was the only independent factor associated with disease-free survival 8 patients had recurrences
during the follow-up period, and four of them were treated with STI-571 (imatinib mesylate, Gleevec@%. The treated patients
have survived untl now, however, two of non-freated patients died from disease progression.

Conclusion: Based on this study, tumor size, ulceration, and necrosis are significant factors affecting survival, and mitotic
activity may be a useful prognostic marker. STHS5Y1 may be used in an adjuvant setting because the drug has shown
anticancer activity in patients with recurrence or metastasis. (J Korean Gastric Cancer Assoc 2005;5:40-46)

Key Words: Stomach, Gastrointestinal stromal tumor, GIST



